Cellular and molecular parameters in human renal allograft rejection.
Acute rejection of human renal allografts is frequent postransplantation complication. In addition, it is a risk factor for chronic rejection, the most common cause of failure of long-term allografts. Renal allografts are rejected as a result of an immune response directed against alloantigens on the graft that are absent from the host, and the most important of these are the HLA antigens. The application of molecular diagnostic methods has revealed a differential intra-renal gene expression of cytokines, chemokines and their receptors, and cytotoxic attack molecules in acute and chronic rejection processes. Differential expression of T cell costimulatory molecules B7 and CD40/CD40L, and endothelium adhesion molecules ICAM-1 and VCAM-1 has also been reported during acute rejection. These molecules play an important role in mediating the recruitment of lymphocytes into rejecting allografts and costimulation of T cell activation. Based on experimental data, it seems that it is likely that the blockade of T cell costimulatory pathways can be used in human in the future to selectively prevent transplant rejection without generally suppressing the immune system.